about this in a district in which I work. My own feeling is that a joint effort by general practitioners and the local authority would be best. Table 1 shows some categories of infants who carry an increased risk of visual defect. There may well be others. It is not possible to give exact figures for most of these children, nor a guide as to the severity of the lesion likely to be found, but I would regard it as reasonable to ask an ophthalmologist to exclude an eye lesion, whether it be structural or refractive, in any child, whether with symptoms or not, soon after the age of 2, if he fell into any of these categories. I particularly stress any virus disorder in early pregnancy rather than limit it to rubella. I have recently seen bilateral congenital cataracts in the child of a mother who had mumps during pregnancy. Prematurity and brain damage are well-known factors which produce more eye lesions than in the population of children at large. It is well known that 40-50% of spastic children squint, but less well known that 50 % of athetoid children are hypermetropic. Although 80 % of school-age children with Fallot's tetralogy have an eye lesion these are not all severe, but 29 % squint and half have a refractive error of significance.
I have chosen the term 'lazy' or 'cross' eyes to be used in investigating the family history because the word squint is more often than not interpreted by parents as narrowing of the palpebral fissure and I have been taken to task by mothers for suggesting that their cross-eyed babies squinted.
Out of numerous cases in my experience of the sort that should be detected earlier and could be by the use of this method, I would quote two more. One adult, who was myopic from birth, told me that she first had glasses at the age of 6 when this was discovered, and that it was only then that she realized why she had been terrified of losing her mother when they were out shopping. She was a doctor's daughter born prematurely, and still had vivid memories of her infantile fears.
The second was a child who was braindamaged, speechless and deemed ineducable at the age of 6. She spent three years in a centre for the ineducable. At the age of 9, more or less by chance, she was discovered to be deaf, transferred to a school and given a deaf aid. It happened that I was examining all these children soon after, regardless of symptoms, and she was found to be so hypermetropic that without glasses she could neither read nor lipread. With the proper use of a risk register she would have spent not ten years but two with such a handicap, and had she had glasses from the age of 2 she might have taught herself to lipread. She is now independent, can shop and will be able to earn her own living with a minimum of protection. Although this is a happy ending it came about by the intervention of chance twice and not by the efforts of organized preventive medicine.
There are two further points: (1) Examination of the eyes at birth does not exclude the possibility of trouble arising in infancy. In mongolism, as part of the rubella syndrome and in prematurity I have seen progressive cataract formations in infants whose eyes were normal at birth.
(2) An examination in early childhood does not mean that there is no possibility of change: A backward child of 10 with high hypermetropia and a squint had been examined at a well-known eye hospital at the age of 2 and stated to be normal. This label had been attached to her ever since and it was difficult to persuade her mother that this meant normal at that age, with no structural defect.
Mr J D Abrams
(Royal Free Hospital, London)
The Prevention of Amblyopia The term 'amblyopia' and its synonym the 'lazy eye' are somewhat vague, and clarification of their significance will, I hope, be helpful. The general practitioner can play an important part in the prevention of amblyopia; some guidance as to his role in this regard is therefore appropriate. It will be apparent that the ophthalmologist's work can only benefit from the early recognition and treatment of this condition.
The term 'amblyopia' is used in several ways in ophthalmology. To some it means near-blindness whatever the cause, and is applied indiscriminately to any eye with poor sight. It is confusing to use the word in this loose manner. Most ophthalmologists use it in a more restricted sense. We usually make a distinction between amblyopia (partial blindness) and amaurosis (complete blindness), although even these definitions are not rigidly adhered to. A characteristic of amblyopia from the ophthalmologist's standpoint is that vision is defective in spite of there being a clear retinal image and a normal fundus appearance. In other words, vision with the best spectacle correction is poor even though no abnormality can be detected with an ophthalmoscope. Small wonder that sixty years ago an eminent ophthalmologist scathingly defined the term amblyopia as 'that invention of the Schoolmen to describe a condition in which both the patient and his oculist see nothing'.
There are many causes for this clinical combination of defective sight and normal ophthalmoscopic findings. We may cite, for example, the so-called toxic amblyopias, such as that due to tobacco. Pressure on the optic nerve, from whatever cause, can produce this picture.
I shall here concentrate solely on the amblyopia which may arise in childhood as a consequence of squint, or from unequal refractive errors of the two eyes. The essential characteristic of this type of amblyopia is that it affects one eye only. We know little about the mechanism by which this form of blindness develops; it results from the habitual suppression of the image from one retina, so that it does not enter consciousness. The reason for the suppression is that this image is of poorer quality than that of the other eye, either in form or clarity. It differs to such an extent that conscious awareness of it would cause confusion.
When the visual directions of the two eyes are not identical, as in squint, fusion of the dissimilar images from the two retinae becomes impossible. In an adult the usual result of this is diplopia, but a child with a unilateral squint rapidly develops the ability to suppress the image from that eye. A similar situation may arise in a child with a much greater refractive error in one eye than in the other.
An important characteristic of these types of amblyopia is that they are rapidly developed but not easily discarded. The facility with which the habit of suppression can be unlearned depends on the length of time it has been active; the time factor is all-important in determining the degree to which vision can be restored by appropriate treatment. Thus amblyopia in an eye that has squinted since birth is difficult to eradicate. Equally difficult is amblyopia that has been allowed to persist after the age of 8. Treatment consists of covering the normal eye, and this often results in a dramatic improvement of the vision in the amblyopic one. Even this, however, sometimes fails, and the earlier the treatment is started the better.
We can now appreciate that the detection of squint in childhood is a matter of urgency, and even if no squint is present on examination, the mere history of a 'turn' in the eye must be taken seriously. The reason for this is that in many cases of strabismus the deviation is not present constantly in the early stage; the child may squint only in the evening when tired, or engaged in close work. If neglected at this period, the squint may become constant and amblyopia will develop.
Certainly if an evident squint is found, it is not good enough merely to reassure the parents that the child will 'grow out of it'. In by far the greatest proportion of squint cases this is not true, even if, as sometimes happens, the angle of squint decreases with the passage of time, producing less of a cosmetic disability. However, the patient may pay a high price for this misguided procrastination: that price is the useful vision of the squinting eye.
I would not go so far as to recommend the routine examination of infants and children for strabismus. This is probably as impractical as the routine investigation of the adult population for glaucoma. But we must recognize that certain children are more likely to squint than others. The family history is of importance, and the siblings of a squinting child should be watched. The children of someone who squints, or has a lazy eye, or is very hypermetropic, are also particularly liable to squint. A history of obstetric difficulty is sometimes given by the mother of a squinting child; the family doctor may well know which of the youngsters in his practice are at risk from this viewpoint. Another group of children who seem particularly prone to develop squints are those recovering from the acute exanthemata. The history of an intermittent squint should never be ignored, especially in a child who has recently had measles or whooping-cough.
Minor trauma and teething are two slightly more fanciful precipitating factors, and I mention these to dismiss them, but with a warning. Teething, for example, is often given as an excuse for a child's squint, usually as a preface to the hackneyed phrase 'he will grow out of it', or some other reassuring remark, such as 'all babies squint'. This kind of advice, delivered confidently by non-medical personnel, perhaps in a child welfare clinic, is responsible for a great deal of preventable amblyopia.
An eye may squint in childhood if the vision is poor for any reason whatever. Thus a congenital cataract which impairs sight of an eye may lead to a squint. Poor sight may therefore be a consequence of squintthe amblyopia just reviewedbut squint may be the sequel of poor vision in an eye. This therefore is an added reason for paying immediate attention to squint in childhood.
(A film was then shown entitled 'The Diagnosis and Presentation of Squint'.)
